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Mr. Davis had said that the rotation tests were not much used. He quite agreed that if some of the time taken in the examination of these cases could be cut down it would be very valuable. Sometimes they occupied too long a time, and he had hoped that some suggestions might be forthcoming in the discussion as to the parts of the test which were unnecessary and that it might be crystallized down to a useful clinical test, enabling the otologist to deal with patients in a shorter time.
Mr. Cawthorne had spoken about nystagmus in the 8th nerve tumours as being the result, not of irritation of the nerve trunk, but of the secondary irritation in the pontine angle. That again accorded with what was seen in cases examined by bim. Nystagmus had become cerebellar or sub-tentorial in origin. He was glad that Mr. Cawthorne had stressed the point that the otologist sometimes missed these cases. At an earlier period Cushing bad said the same thing, and he did not think that even now otologists were free from blame. One often found that the cases which came forward with these tumours had been under treatment for-deafness elsewhere, or perhaps in one's own clinic. With regard to intra-and extra-cerebellar cases, one point that Nylen made very strongly was that any case showing vertical nystagmus was probably inoperable.
He had been asked about the duration of the syringing. Syringing with cold water took three or four seconds, done steadily, and as long as one did it regularly in that way one had a standard to work on.
Mr. Thacker Neville had mentioned the rotation test and the out-of-door walking test. He himself had been very much impressed with the results of testing these patients walking with their eyes shut. In the old days they were made to walk on straight lines and so on, and the patient who had been accustomed to overcome vertigo or unsteadiness could walk on straight lines quite well; whereas, if he was made to shut his eyes, deviations would be found occurring often 2 to 3 feet in 6 yards. He had always thought the procedure of rubbing the ear was a lazy way of using the noise-box. applying it himself at the bedside.
Mr. Simson Hall had spoken of the pointing test. He had not used it and it did not enter into Nylen's description.
He thanked Professor Dohlman for his interesting contribution. Professor Dohlman was one of the scientists to whom otologists looked for help in reducing the time of examination instead of giving them more difficult methods. He had also to thank Dr. Proetz; he was glad that Dr. Proetz felt that localization was not good yet, even in America, and that something more was required to bring it to the desired standard.
A Fatal Case of Otitic Cerebellar Abscess with Contralateral Petrositis By W. STIRK ADAMS, F.R.C.S.
THE patient was a woman aged 22. History.-During an attack of scarlet fever at the age of 8 years, left otitis media developed and discharge persisted for the next four years. During the following two years the ear was dry, but after that time the discharge recurred and persisted for a further eight years. At the age of 13 the patient was examined by an otologist, and at the age of 14 by a second otologist; neither advised operation. In 1932, when aged 19, she became conscious of a constant ache at the back of the left ear, and a left-sided headache. She also noticed some weakness of the left side of the face, but after three months' electrical treatment of the facial muscles considerable improvement occurred. Some weakness, however, persisted.
In November 1932 a left radical mastoid operation, with skin-graft, was performed. During the post-operative period a right-sided quinsy developed and required incision, but apart from this her progress was satisfactory until seven weeks after the mastoid operation. Vomiting and vertigo then developed, and two hours later the patient became unconscious. She was then found to be suffering from meningitis, and a cerebellar abscess was suspected, though a cross-bow cerebellar exposure at this time failed to reveal it. The left temporal lobe was independently explored through a left temporal trephine, but again no abscess was found. Fourteen lumbar punctures were performed and gradual improvement resulted. Nine months later the patient returned to her business, apparently cured. For a year she remained well and actively employed, but in August 1934 an attack of vomiting and vertigo, associated with headache, occurred quite suddenly and lasted for five days. This attack was followed by unsteadiness in her gait; this gradually lessened but she never really felt secure in walking. A second and more severe attack of vomiting and vertigo occurred three weeks later, and lasted for a week. After this she noticed weakness in her left hand; she felt that she could not hold objects prQ.perly in that hand and could not control them. Weakness was also present in the left leg but to a lesser degree. Five attacks in all occurred between August and October 1934, in which month she was admitted to the General Hospital, Birmingham, under the care of my colleague, Dr. Bulmer. She was then fully conscious and although slightly lethargic, gave normal replies to questions. The symptoms pointed strongly towards a cerebellar lesion, and neurological examination suggested a chronic abscess in the left half of the cerebellum as the probable cause. We regarded the attacks of vomiting and vertigo as due to increased intracranial pressure, because their occurrence was associated with tenseness of the dura in the left temporal trephine opening. The left mastoid cavity had been discharging continuously since the operation of two years before but she told us that the discharge ceased immediately before an attack of vomiting and, as the attack subsided, became profuse. A cerebellar abscess leaking into the mastoid cavity seemed a possibility, though a search for a track, by filling the cavity with lipiodol, was unsuccessful.
Blood On November 6, 1934, the cerebellum was exposed through a cross-bow incision by my colleague Mr. Alan Stammers. A considerable number of adhesions were discovered but no abscess was found. After this it appeared clear that any cerebellar lesion was likely to be in close association with the temporal bone, and to be either an abscess at the front of the cerebellum or, more likely, an encysted collection of serous fluid in the lateral cistern. To expose this I felt it wise to reopen the radical mastoid cavity and expose the cerebellar dura, especially in view of the fact that there had been increased discharge from the mastoid cavity after the attacks of vertigo.
On December 15, 1934, exposure of the mastoid showed that the previous operation had been confined to the region immediately around the mastoid antrum. A wide mastoid removal was then undertaken, following all tracks to their termination. Dense secondary sclerosis was encountered throughout and two main tracks were discovered: (1) Towards the tip of the mastoid in the retrofacial gutter; at the bottom of this a small sequestrum was found, while immediately beyond, there was a small abscess in the digastric fossa in the neck. (2) In the petrous angle a series of unopened cells were dealt with, one of which also contained a sequestrum.
The operation was completed by widely exposing the lateral sinus and cerebral and cerebellar dura mater. No track leading to an extradural collection was discovered, and there was no perforation through the dura. Owing to the extreme hardness of the bone, two hours had then passed and the operation was suspended.
A week later the search for the track of infection was continued, the mastoid incision being reopened and the bone exposure continued forward over the attic. The posterior part of the tympanic plate was thinned down and the petrous apex then explored by the drill, following the Almour technique. The drill entered the apex at approximately 6 mm.; no collection of exudate was present.
On December 30 the cerebellum was again needled through the occipital incision but, as before, no abscess was found.
Towards the end of the illness a right paracentesis was performed; the date is not recorded in the notes but it was probably about six weeks before death, which occurred on January 25, 1935.
Post-mortem report (January 25, 1935) : "Pathological summary: Multiple cerebellar abscesses; suppurative meningitis; internal hydrocephalus: suppurative mas4p iditis. The body of a young, well-developed woman with an incompletely healed mastoid scar on the left side and scalp incision in the occipital region, where a cerebellar decompression had been performed.
Skull: Bony occipital defect at site of previous decompression. Small perforation present on anterior portion of left petrous bone representing site of origin of cerebellar infection from left middle ear. Both petrous bones removed en masse for detailed examination.
Brain: Much flattening of convolutions of both cerebellar hemispheres. The left cerebellar hemisphere was extremely adherent to the adjacent meninges and bone; it proved impossible to separate them. During removal of the brain thick pus exuded from the left cerebellar hemisphere. The substance of both lobes of the cerebellum consisted of necrotic diffluent mass the most part of which disintegrated during removal of the brain. Incisions into the left lobe of the cerebellum revealed numerous small inultiloculated abscesses containing thick pus. There was no evidence of abscess formation in the right cerebellar hemisphere and presumably the pus which escaped from that side in removing the brain had tracked over from the opposite side. There was considerable dilatation of both lateral and 3rd ventricles.
Chest: Heart normal, apart from some pallor of myocardium and the presence of antemortem clot in right auricle. Great vessels normal; no evidence of embolism. Lungs and pleurne normal. The apical portion of the petrous is occupied by a large abscess. This abscess has evidently arisen by spread of the middle-ear suppuration along a track of cells extending forwards, medial to the posterior semicircular canal. Serial sections do not show any evidence of origin of this abscess by the anterior peritubal route. There is no involvement of the meninges in the inflammatory process.
The cochlea and vestibule show a mild degree of serous labyrinthitis. Left ear.-There are chronic suppurative changes in the middle ear, the appearances being complicated by previous operative interference, the membrane, malleus, and incus having been removed. The crura of the stapes have been destroyed by the disease process and the stapedius inuscle is completely atrophied.
The facial canal has been eroded in two situations, (a) on the tympanic side of the geniculate ganglion, and (b) in the stapes region, where there is a degree of perineural fibrosis. The remains of the mastoid-cell system contain a partially organized exudate.
The dura mater is thickened over the inner aspect of the petrous. In the neighbourhood of the internal auditory meatus and opposite Trautman's area there is a recent extradural abscess. In these situations there are areas of necrosis in the dura.
It is probable that the cerebellar abscess arose by direct extension through Trautman's space.
Commentary.-In this case there are many points of interest worthy ofattention (1) I think we must agree that the mastoid exploration should have been carried out soon after the onset of discharge at the age of 8 years; the risk of persistent otitis and intracranial complication would thus have been abolished.
(2) The left facial weakness suggested that the infection might have tracked along the left facial canal. The specimen shows that it had not done so, although an erosion into the facial canal accounts for the paresis.
(3) It appears to me that the intracranial complication followed the first radical mastoid operation in December 1932. At the time it was diagnosed as a cerebellar abscess, but as no abscess was found on exploration, an intradural infection from the region of the mastoid was considered most probable. In spite of the patient's recovery from symptoms for twelve months it is possible that a latent cerebellar abscess was present during this period. When she first came under my observation in October 1934 a left cerebellar abscess was again regarded as the most likely diagnosis, but no abscess was discovered at operation so we were driven to the conclusion that a leaking infection from the mastoid was producing a meningeal irritation in the left cerebello-pontine angle region, and for this reason the petrous apex was explored. The discovery of petrositis on the right side was a complete surprise, because when examined in October 1934 the right tympanic membrane was normal and the hearing was unaffected. The patient's lethargy and slow physical deterioration during the last three months of life must explain the silent march of events in the right mastoid, following an otitis media which had given no cause for concern. The pus found over the right side of the cerebellum was probably the result of a leak from the right mastoid and not, as we thought at the time, a spill-over from the opened cerebellar abscess on the left side.
(4) Macroscopically, an erosion was seen on the anterior surface of the left petrous apex. At the time it was thought this was probably the track through which the infection had reached the left cerebellum. I now think this unlikely, and regard an infection in the cells of Trautman's triangle as its most likely origin.
